Not a great deal is yet known about the etiology of cleft lip and palate. Heredity is, however, an important factor. About 35 % of cases of hare-lip with or without associated cleft palate have a family history and in cases of cleft palate alone there is a family history in about 20%. There seems to be no genetic connexion between these two types of malformation and there must be a different manner of inheritance (Fogh-Andersen 1957) . The majority of congenital clefts, therefore, do not appear to be inherited and some other factors must operate to cause them. To be effective, these stress factors must be exerted in the first 10-12 weeks of -pregnancy. There is now expe-rimental evidence that the high incidence of cleft palate in the offspring of mice receiving cortisone during pregnancy can be greatly reduced by the administration; 'of vitamin B6 and folic acid (Peer 1960) . It-is too early yet to apply these experimental discoveries clinically except in selected trials but the possibility of effective prevention of cleft lip and palate deformities in families with a positive history may one day become a practical proposition. (2) Post-alveolar clefts: The soft palate only may be affected or the cleft may extend into the hard palate. A bifid uvula is by itself of no importance, but if it is present it may indicate the presence of a submucous cleft which results from the imperfect development of the palatal muscle layer, the two sides of the palate being united by mucous membrane only. Sometimes part of the thin mucosal membrane breaks down so that there is a fistula through the palate into the nose. The median raphe, present in the normal palate, is absent and a notch can be palpated in the posterior edge of the hard palate. If untreated, speech will be affected and the defect is often not discoveredtill speech is established. It is by no means a rare condition.
Classification
The palatal cleft should be repaired at about the age of 1 year so that the palate will have regained its full range of movement before the age of 18 months when the infant begins to make serious attempts to speak. After the repair, well done at the ideal time, speech should develop normally in the vast majority of cases without the need for speech therapy.
The Pierre-Robin syndrome is characterized by a congenitally small recessive mandible, usually but not always with a wide cleft of the palate, and manifests itself by respiratory embarrassment and difficulties in feeding. It may be complicated by an over-large tongue and tongue tie. The deformities may cause respiratory difficulty from the outset or a short time after birth. Although it is a serious and seemingly hopeless abnormality, the retarded development of the mandible is usually well corrected even by the age of 1 year and no effort should be spared to keep these infants alive during the period of recurring respiratory obstruction. The management of these cases is primarily one of nursing care, although the use of a tongue suture to maintain a free airway may be necessary during transfer to hospital. A tongue stitch, however, cannot be relied upon for more than a few days. A supply of oxygen, efficient suction, and an intragastric tube for feeding will be required in addition to the careful attention to posture which will in most cases keep the tongue from becoming impacted in the nasopharynx. If conservative measures fail, and they may do so despite the most devoted and constant care, it is worth while trying the effect of an acrylic plate to obturate the palatal cleft and so keep the tongue out of the nose and pharynx. These small plates can be made and introduced successfully even in the youngest infants. As a last resort the anterior fixation of the tongue by an operation to join its tip to the buccal sulcus and back of the lower-lip must be done. Once the suffocation attacks have passed, the tongue can be released and a normal routine adopted.
(3) Alveolar clefts. The management of the alveolar cleft is more difficult. Unless special measures are taken to prevent it, repair of the lip and nostril floor is nearly always associated with inward collapse of the lateral maxillary element. Recently work has been done by Burston (1960) , following the pioneer work of McNeil (1954) , to overcome this grave complication. These workers have shown that correct alignment of the deformed maxillary elements is possible by the fitting of a series of plates to the maxillary arch. Pre-operative moulding of the maxillary skeleton is rather tedious to supervise in its present application but no doubt a less exacting routine will be evolved in time. At least it has been demonstrated that removable appliances can be put into the mouths of very young babies and that they will stay there and be well tolerated. This is the most important development in the management of alveolar clefts in recent years.
The child with the alveolar cleft has the first operation to repair the lip and nostril floor at the age of [8] [9] [10] [11] [12] weeks. The palate is repaired at a second operation when the child is 1 year old. In the bilateral clefts it is usually necessary to close one side of the lip cleft first and then, about four to six weeks later, to repair the second side.
The Future ofCleft Lip andPalate Cases A number of stigmata may remain after the primary treatment:
Faults in the lip: Scars may be unsightly, The lip border and the skin-vermilion junction may be irregular and the muscle union across the repair may be poor. The lip may be too long from above down and too tight from side to side. Usually it is best to postpone the secondary correction of the lip faults till the age of4 years but this work ought to be completed before school age. It may be necessary in cases of gross faults to do mnore than one operation.
Faults in the nose: In bilateral cases the nose tip is frequently pulled down by the shortness of the columella. It is necessary to elongate the columella in these cases and this should be done rather earlierthan 4years to preventpermanent distortion of the nose tip cartilages. In unilateral cases the ala nasi on the cleft side is frequently kinked and drooping. Often there is a spontaneous improvement in the shape of the nostril with growth, and therefore operative correction should be deferred as long as possible.
Nasal obstruction due to deflection of the nasal septum into the airway on the cleft side requires radical submucous removal of the displaced septum and vomer. Deviation of the whole nasal skeleton, which commonly occurs, may also require correction. I do not think that such procedures should be done before the end, or nearly the end, of nasal growth unless it is absolutely necessary on account of chronic nasal and sinus infection.
Faults in the maxilla: Inward collapse of the lateral maxillary element frequently occurs, and growth of the whole maxilla is sometimes deficient. Once the inward collapse of the lateral element has occurred, nothing can be done about it until the eruption of the first molar teeth which are required for the fitting of stable and effective orthodontic appliances. It is not worth while attempting to correct malalignment of deciduous teeth. Nevertheless it is of prime importance to preserve the -baby teeth for as long as possible because of the part they play in the growth of the maxilla. For suitable cases osteotomy and bone graft procedures may be required, but extensive bone work is not usually attempted till after the age of 16 years.
Faults in the speech: If the speech is not developing normally by the time the child has reached school age, the surgeon and the speech therapist should investigate the cause jointly. Speech therapy should never be attempted without a full investigation to find out the cause of the trouble.
The faults will be due to a defect of the palatopharyngeal sphincter allowing nasal escape of air, and/or due to defects in the maxilla, tongue, teeth or lips. The failure of the palate to reach the posterior pharyngeal wall is the chief cause of faulty speech in cleft palate cases. To observe what the palate does X-rays are essential. It is quite impossible to say, by looking into the mouth, whether the palate and pharynx meet during speech. Three still films are usually all that are needed to give adequate information. One is taken with the palate at rest, one on saying 'ee' and one on blowing. If the sphincter is incompetent on saying 'ee', then the surgeon will have to do something further to make complete closure possible. The palate can be lengthened only a little by a subsequent procedure and it is necessary, therefore, to bring forward the posterior pharyngeal wall by a pharyngoplasty procedure. The Hynes type of pharyngoplasty (Hynes 1950) , whereby a mucomuscular mound is built up, is the operation of choice. This operation cannot be done in the presence of adenoids, and before it can be attempted the adenoidal pad must be removed. This is the only reason, apart from the most compelling E.N.T. ones, for removing the adenoids in cleft palate cases. The adenoidal pad is usually an essential structure in the effective closure of the palatopharyngeal sphincter during the childhood of cleft palate cases, and it must never be lightly discarded.
Until the nasal escape of air has been cured, speech therapy will not meet with much success, although some patients with a naturally high speech skill can overcome the most severe defects in the speech mechanism. Introduction: The association of conductive deafness and the cleft-palate deformity has been known for some time. The deafness may not be noticed until school age as it is often of a moderate degree only and so it is possible that these cases are seen in the ear, nose and throat department more often than elsewhere. There has been surprisingly little work on this problem but nearly all authors agree that about 50% of cleft-palate children are recognizably deaf and that this deafness is always of a conductive nature (Drettner 1960 , Halfond & Ballenger 1956 , Miller 1956 
